Plasma profiles of luteinizing hormone (LH) and follicle-stimulating hormone (FSH) were measured during restraint stress on the day of pro-oestrus; these profiles were considered in relation to ovulation rate on the next day. Rats bearing a permanent jugular vein cannula were subjected to restraint, which was started 0, 1 or 2 h before the presumed onset of the LH surge and ended just before the beginning of the dark period. Exposure to restraint resulted in a suppression of the secretion of both gonadotrophins on the day of pro-oestrus. Suppression of the LH surge was virtually complete (plasma LH \ m=l e\ 0.2 ng/ml) in 15 out of 32 stressed rats, and the ovaries of these rats contained graafian follicles with oocytes in germinal vesicle stage. In these rats, the LH surge did not occur 24 (1, 2) . Stress can influence the release of gonadotrophin-releasing hormone (GnRH) (3) and also of luteinizing hormone (LH) and folliclestimulating hormone (FSH). Most studies have been performed in male or in ovariectomized female animals (4) (5) (6) . Little research has been done into the effect of stress on the pro-oestrous LH and FSH surge in intact female rats. In adult cyclic rats, unpredictable footshocks applied on pro-oestrus caused a partial inhibi¬ tion of the LH surge and of subsequent ovulation (7) . After exposure to immobilization stress on the day of pro-oestrus, ovulation was blocked and delayed for 1 day, implying also a delay of the LH surge by 1 day (8) .
In the intact female rat, the LH surge on the day of pro-oestrus triggers ovulation. Luteinizing hormone also induces meiotic resumption of the oocyte and can induce premature luteinization in graafian follicles. In graafian follicles, meiotic resumption and luteinization have been shown to start after a dose of LH smaller than needed for ovulation (9, 10 Fig. 2b shows an advanced onset of the LH surge. In all restraint-stressed rats the LH levels were low (0.2-0.4 ng/ml) on the next day at 11.00, 12 .00 and 13.00 h. This indicates that the restraint had not delayed the surge of LH by 24 h.
As shown in Fig. 3 (21) . In the present study, the absence of an LH surge on the day after restraint is hard to explain. It may have been caused by restraint-stimulated corticosterone secretion (22) ; increased corticosterone may inhibit FSH-induced aromatase activity and consequently oestrogen production in granulosa cells (23 (26) . In the present study, 70% of the stressed rats showed lordosis 2 h after the end of restraint while they had a reduced or totally suppressed LH surge. In the cyclic rat, oestradiol and progesterone (27, 28) together with GnRH (29) initiate and intensify oestrous behaviour. In 15 rats, restraint completely suppressed the LH surge. So an increase of the GnRH secretion in the hypophy¬ seal portal system and a consequent increase of ovarian progesterone presumably did not occur. Yet 13 of these rats showed lordosis. The elevated plasma oestrogen on pro-oestrus together with a stress-induced increase of the production of adrenal progesterone (27) 
